Introduction
Electrocardiographic (E.C.G.) abnormalities are known to occur in a variety of central nervous system lesions like subarachnoid haemorrhage, cerebrovascular accidents, head trauma, intracranial space-occupying lesions, meningitis, etc. (Byer et al., 1947; Burch et al., 1954; Schuster, 1960; Finkelstein and Nigaglioni, 1961; Hersch, 1961 Hersch, , 1964 Fentz and Gormsen, 1962; Goldman, 1967; Abildskov et al., 1970; Cruickshank and Dwyer, 1974) . Bradycardia, extrasystoles, abnormal ST-T deflection, tall, deeply inverted, or notched T waves, prominent U waves, and prolonged Q-T intervals have been described. The possible mechanism responsible for these changes has been discussed by Abildskov et al. (1970) , who concluded that the E.C.G. abnormalities may be mediated by abnormalities of the sympathetic tone to the heart. Raised intracranial pressure as judged by isolated readings of cerebrospinal fluid pressure at lumbar puncture was thought not to be responsible for E.C.G. abnormalities (Hersch, 1964) . It is now well established that intracranial pressure is not a static phenomenon and its dynamics can only be assessed by measuring it directly and continuously (Lundberg, 1960; Langfitt, 1969 Burch et al. (1954) in patients with cerebrovascular accidents the heart does not exceed 100/min, but in one of our patients (case 1) the heart rate had gone up to 115/min when the intracranial pressure was 45 mm Hg.
T They were flat in three patients, notched in one patient, and tall in the other. The tall T waves of the type described by Burch et al. (1954) and Schuster (1960) in patients with cerebrovascular diseases were seen in only one of our patients (case 1). Burch et al. (1954) have said that the amplitude and duration of these T waves are greatest during the period of bradycardia. but tall T waves seen in case 1, when the intracranial pressure was 15 mm Hg, were associated with tachycardia. We suggest that tall T waves are an early E.C.G. manifestation of rising intracranial pressure. In case 1 the tall T waves became flat as the intracranial pressure went up to 45 mm Hg and reverted to normal as the intracranial pressure was brought down to 5 mm Hg. The T waves became progressively inverted in case 4 when the pressure went up to 65 mm Hg. These T wave changes were usually seen in the standard leads II, III, aVL, and aVF. Notched T waves best seen in the chest leads were seen in only one patient (case 5) when the I.C.P. was 85 mm Hg. Though it is reported that notched T waves can also occur in patients with alcoholic heart disease our patient who showed notched T waves was a total abstainer. S-T Segment.-Only two patients (cases 1 and 2) showed progressive S-T depression with increasing intracranial pressure. These changes, like T wave changes, were best seen in standard leads II, III, aVL, and aVF. In one patient (case 3) the S-T segment was raised with high intracranial pressure, and it became normal when the pressure was brought down to 10 mm Hg. The changes were similar to those seen in myocardial ischaemia but these changes subsided as the raised intracranial pressure was brought down to normal levels. This would also suggest that E.C.G. changes seen in central nervous system lesions are often reversible and therefore unlikely to be due to any structural damage in the central nervous system. Myocardial damage associated with intracranial bleeding has been described (Smith and Tomlinson, 1954; Koskelo et al., 1964; Abildskov et al., 1970) ; it is seen in only 12-3% of cases and usually affects the subendocardial tissue of the left ventricle (Smith and Tomlinson, 1954 Voltage.-Changing intracranial pressure has no effect on the voltage of the QRS complex and it remained within the normal range in four patients. In case 1 voltage diminished with the increasing intracranial pressure but it again became normal as the pressure was brought down to 5 mm Hg.
P-R andQRS Intervals.-These intervals remained within the normal range in all the patients with intracranial pressure up to 30 mm Hg. The QRS duration remained between 0-06 and 0-08 seconds when the intracranial pressure rose above 30 mm Hg. In only one patient (case 2) the QRS duration was 0-18 seconds. No other conduction defect was seen.
Q-T Interval.-The Q-T intervals were corrected for their R-R intervals. Initial Q-T intervals ranged from 039 to 0*43 seconds. The Q-T intervals became shorter as the intracranial pressure increased except in case 3 where the intracranial pressure went up to 120 mm Hg and the Q-T interval became more prolonged. The relationship between Q-T interval and the intracranial pressure is shown in fig. 4 . Contrary to the current concept, the Q-T interval became shorter as the intracranial pressure went up to 65 mm Hg. In case 3 the Q-T interval became more prolonged as the pressure went up to 120 mm Hg. 
